Factor VIII Excess as a Cause of Peripheral Arterial Thrombosis  by Leaver, A.A. et al.
EJVES Extra 3, 1–3 (2002)
doi:10.1053/ejvx.2002.0108, available online at http://www.idealibrary.com on
SHORT REPORT
Factor VIII Excess as a Cause of Peripheral Arterial Thrombosis
A. A. Leaver1, D. R. Lewis∗1, G. R. Standen2, J. F. Chester3 and P. M. Lamont1
Departments of 1Surgery and 2Haematology, Bristol Royal Infirmary, Bristol BS2 8HW, U.K. and 3Department of
Surgery, Musgrove Park Hospital, Taunton, Somerset TA1 5DA, U.K.
Introduction This showed irregular narrowing of the proximal left
subclavian artery and a filling defect extending distally
Thrombophilic traits are increasingly recognised as a (Fig. 1). Full blood count suggested mild poly-
cythaemia (haemoglobin of 17.1 g/dl) for which vene-risk factor for premature arteriosclerosis and throm-
bosis. Factor VIII excess has been documented to be a section of two units of blood was performed. There
was no evidence of any myeloproliferative disorderrisk factor for venous thromboembolism,1 and isch-
aemic heart disease.2 Arterial thrombosis in the extra- and platelets were within the normal range. A more
extensive thrombophilia screen was performed on thecoronary circulation caused by increased levels of
factor VIII has not been reported previously. current admission which revealed an elevated level of
Factor VIII at 332% (normal range 50–200%). C-reactive
protein was within normal limits, as was liver function.
At operation the affected portion of the subclavian
Case Report artery was excised and a subclavian-carotid bypass
performed with end-side anastamosis. HistologyA 43-year-old lady was admitted to hospital with a showed organising thrombus in the lumen with intimalthree-day history of a cool, dusky, pulseless left hand. hyperplasia suggestive of previous thrombosis (Fig.There was no history of neurological deficit in that 2). There was minimal atheroma and no evidence oflimb. vasculitis.She had a past history of below knee amputation The patient was discharged home on the fourththree years previously. This amputation was per- post-operative day with no ischaemic symptoms in herformed subsequent to failed thrombolysis and bypass upper limb. After discussion with the haematologistsof an occluded common iliac artery. Risk factors for warfarin was commenced for life and the patient re-arterial disease were investigated and hyper- mains under joint review by vascular surgeons andcholesterolaemia was identified and corrected. A typ- haematologists.ical thrombophilia screen of activated protein C
resistance, antithrombin III, protein C, protein S, anti-
cardiolipin antibody and lupus anticoagulant was
negative, as was the autoimmune profile. The patient Discussion
gave up smoking after her amputation and was not
hypertensive or diabetic. Aspirin was prescribed after Factor VIII, which promotes fibrin deposition, is an
her previous vascular interventions. important endogenous factor in thrombus formation.
Intravenous anticoagulation was commenced on ad- Epidemiological evidence suggests that an excess
mission and a transfemoral angiogram performed. plasma concentration of factor VIII is an independent
and dose-related risk factor for venous thrombo-
embolism.1
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Fig. 1. Arch aortogram showing irregularity of proximal left subclavian artery and a large filling defect just proximal to the vertebral
artery origin.
Fig. 2. Histological sections of the resected left subclavian artery showing an area of marked intimal hyperplasia. There is no major
atherosclerosis or arteritis present.
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coronary artery thrombosis using the end points of cost–effectiveness of such a strategy in conjunction
with the balance of risk and benefit of lifetime war-myocardial infarction and ischaemic heart disease re-
farinisation is open to debate.lated death.2 A recent report linked raised factor VIII
and premature myocardial infarction in young
women.3 Conversely, patients with haemophilia A
have a low incidence of ischaemic heart disease.4 References
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